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Abstract: Breast cancer is one of the most common malignant tumors, and its incidence is increasing year by year. The

biological behavior of breast cancer not only depends on the tumor itself, but also plays an important role in the occurrence

and development of breast cancer. Tumor-associated fibroblasts are important components of tumor microenvironment, and

participate in tumor growth, invasion and metastasis by secreting growth factors, chemokines and cytokines. This article

reviews the tumor-associated fibroblasts in the breast cancer microenvironment.
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